Skin and hair very oily. Nearly the entire surface showed comedones, also many papules and pustules (Fig 2) . No evidence of excessive virilization. Investigations: Surface lipid studies: Table 1 shows that total lipid production in our patient is more than twice normal and much higher than that of patients with acne vulgaris without Apert's syndrome. Free fatty acid in the surface lipid is also high.
Comment
The association between Apert's syndrome and acne vulgaris was reported by Solomon et al. (1970) . The extensive distribution of the acne in our patient resembles that of Solomon's patients. Because our patient had very oily skin, we were not surprised to find that his surface lipid production level was grossly raised but the extremely high free fatty acid content of his surface lipid was unexpected.
We have studied another patient with Apert's syndrome and acne vulgaris. Her acne is less severe, and although she has large numbers of open comedones she has very few inflammatory lesions. Her total lipid production was also greatly elevated (103 ,ug/cm5 in 3 hours) but free fatty acid was within the normal range (17.2 %).
The relationship between the seborrhoea, the acne and the skeletal abnormalities in these patients is unclear. A possible mechanism is endorgan hypersensitivity to androgen. Theoretically, this could lead to increased sebaceous gland secretion and precocious skeletal maturation resulting in premature fusion of the cranial sutures. Although acne vulgaris appears to affect only a certain proportion of the patients, seborrhea may be a consistent feature of Apert's syndrome. The extremely high free fatty acid level in our patient's surface lipid is probably atypical, and we are uncertain of its relevance. (2.183 kg) . No drugs during pregnancy, but a chest X-ray of the mother was carried out during the fourth month. At birth there were extensive nwvi involving scalp, face, back, arms and palms of hands. The child was treated in an oxygen tent for 24 hours. Some difficulty with sucking.
By the age of 1 month a floppy head was noted.
At 8 months she had a convulsion with a fever. A month later rickets was diagnosed and a year later this was treated with high doses of vitamin D. Subsequently there were more epileptic attacks, which were treated with Epanutin, phenobarbitone and Zarontin. Family history: No consanguinity. The mother had a miscarriage in 1962 but no other pregnancies.
On examination: A severely retarded, very floppy child. Extensive sebaceous nmvus affecting scalp, face, neck (Fig 1) , front of chest and back. The affected areas on the scalp were bald. The nevus was linear in the midline of the chest. The lesions on the palms of the hands (Fig 3) were a yellowpink colour. Papillomata on lips, angle of mouth and pinni. There was microcephaly and plagio- (1962) as well as most reported by Marden & Venters (1966) , i.e. failure to thrive, deformities of the skull, colobomata of the iris and choroid. Although bony changes have been described by Moynahan & Wolff (1967) it is not certain if vitamin-D-resistant rickets is part of this syndrome.
In the German literature this syndrome is linked with the name of Schimmelpenning (1957) who described a clinical picture similar to that reported by Feuerstein & Mims.
